The Clostridia are unusual causes of primary pleuropulmonary infection in the absence of penetrating chest injury or surgery.' We describe here the first reported case of primary pleuropulmonary infection caused by Clostridium bifermentans, in this case associated with pulmonary thromboembolism.
wras no calf tenderness, Homans' sign was absent, and neurological examination was within normal limits.
The total leucocyte count was 15 800/mm' (neutrophils 70% and the SGOT and LDH were both raised. Chest radiograph demonstrated generalised cardiomegaly, prominent vasculature to the upper Postmortem examination showed several segmental pulmonary arteries occluded by recent thromboemboli and both lungs showed multiple areas of infarction. The left pleural cavity contained 300 ml of bloody fluid. The heart contained mural thrombi in both atria but there were no vegetations on the cardiac valves. An area of acute necrotising pneumonia was observed in the left lower and left upper lobes. Gram stain and histological examination of these areas revealed gram positive bacilli while postmortem culture from this region and from heart blood grew Cl bifermentans.
Discussion
The Clostridia are spore-forming anaerobes normally found in the gastrointestinal tract, the female genital tract and, rarely, on the surface of the skin and in the mouth. Cl bifermentans is a rare pathogenic strain and has been isolated from open wounds with Clostridial myonecrosis, and a single outbreak of food poisoning caused by the organism has been reported. 2 Bartlett and Finegold,3 in their review of 143 cases of anaerobic pleuropulmonary infections, cited Clostridia as the organism bacteriologically recovered in two out of 45 cases of lung abscess, in seven out of 45 cases of pneumonitis, in two out of 47 cases of empyema, and in one of the eight cases of necrotising pneumonitis.
In the current case the initial presentation was consistent with pulmonary thromboembolism. The gradual increase of leucocyte count from 15 800/mm3 to 52000/mm3 with significant numbers of immature forms and the radiological picture of left upper lobe and lower lobe infiltrate with an bronchogram suggested a coexisting bacterial pulmonary infection. The patient did not have fever during the hospital course except on days six and ten. This lack of physical signs is quite consistent with the "silent" state of clostridial bacteraemia previously described by Gorbach and Thadepalli.4 Two blood cultures and one pleural field culture subsequently grew Cl bifermentans in pure culture. In retrospect, the radiolucent areas were indicative of underlying necrotising pneumonitis and probably led to one of the preterminal events, the pneumothorax.
The genesis of the superimposed clostridial infection in this case was unclear. It is difficult to assume that the patient had haematogenous spread of the organism as the infection was confined to the lungs. No primary site of septic thromboemboli was located at necropsy. There was no history of aspiration to account for the infection, although one could postulate a subclinical aspiration episode. This case thus represents the first reported occurrence of pleuropulmonary infection from this unusual but potentially pathogenic organism. 
